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who had a triple personality. In the beginning of her career she was 
controlled by a Frenchman. She did not understand French, but in her 
seances would speak French fluently. She later became controlled by 
another personality. Sometimes one personality would express his 
ideas in writing, while another would speak through the mouth, and 
she could thus answer two sets of questions at once. While not a case 
of epilepsy or insanity, this case was brought to his mind by Dr. 
Gordon’s paper. 

In closing the discussion of this paper, Dr. Gordon stated that 
his reason for calling this a case of double ego were as follows : Cases 
have been reported of double personality, but none of them' resemble 
this: here is a man who is perfectly conscious of what is going on 
about him and he is convinced that he like any other individual is 
divided into two. Dr. Gordon did not believe, therefore, that this could 
be called a case of double personality. He did not believe the case 
could be one of paranoia. He stated that he had looked up the literature 
for a period of seven years and had not found a case like it. The 
fundamental difference between his case and those recorded is in 
the fact that in the recorded cases the patients .passed through the 
different states alternately, while in this case the ’ two egos coexisted 
at the same time. In regard to the diagnosis, he believed that the case 
was probably a post-epileptic psychosis. 

A Case of Crural Monoplegia probably Representing the Early Stage 
of a Unilateral Ascending Paralysis due to Degeneration of the Pyra¬ 
midal Tracts. This case was reported by Dr. C. K. Mills. 

Dr. Chas. K. Mills exibited a brain showing arteriosclerosis and two areas 
of necrosis, one cortical precentral and the other in the pons near or 
involving the dorsal longitudinal bundle. The main feature of the 
symptomatology were Jacksonian epilepsy and paralysis of associated 
movements. The case will be later reported at length. 

Dr. McConnell said in summing up the case, the cortical lesion 
only became active because of the attack of uremia, this part of the 
cortex being the place of least resistance. 


CHICAGO NEUROLOGICAL SOCIETY. 

October 26th, 1905. 

The President, Dr. Harold N. Moyer, in the Chair. 

A Case of Brozm-Sequard Paralysis. —This was presented by Dr. 

. Julius Grinker. 

J. S., an Austrian laborer, aged 24, entered Cook County Hospital, 
September 14, 1905. 

About five months ago, during a quarrel in which knives were used, 
he sustained a stab wound in the middle of his back and several large 
and small flesh wounds upon the posterior portion of the right thigh, 
almost immediately thereafter a complete paralysis of motion appeared 
in the right lower extremity, which compelled him to remain in bed three 
months. Improvement was slow, but he gradually began to use his limb, 
so that now he is able to walk without a cane. Almost from the begin¬ 
ning he complained of pains in his right thigh and leg, which still per¬ 
sist, although in a mild form. The entire left lower extremity feels cold 
since the accident, and sensation in this limb is either perverted or en¬ 
tirely abolished. At no time have the sphincters been involved. 

Dr. Grinker said that upon examination the patient was well nour- 
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ished, of average weight and height and presented several scars, evidently 
the remains of injuries sustained five months ago. One of these, larger 
than the rest, about 3x5 inches, was seen on the outer portion of the 
right buttock; the others were scattered over the upper portion of the 
right thigh. A medium sized scar was found in the right side near the 
median line between the seventh and eighth dorsal spines. He points 
to this spot as the exact location where the knife penetrated the spinal 
cord. The viscera were found normal in every respect; glandular enlarge¬ 
ments could not be detected. 'No anomalies of sensation or motion were 
discoverable in the face and neck. The palpebral fissures were equal on 
both sides; also the pupils, which reacted promptly to light and to ac¬ 
commodation. There was no wasting or paralysis of any of the muscles 
of the upper extremities, trunk or abdomen. 

The left lower extremity appeared to be of normal volume and 
strength. 

The right thigh and leg show considerable atrophy, but this seemed to 
affect the limb uniformly. Strength was considerably reduced and spas¬ 
ticity was marked. 

Of the superficial reflexes, the abdominal could not be obtained on 
either side, while the cremaster was active on the left and slightly reduced 
on the right side. Of the deep reflexes, on the left side the knee jerk and 
Achilles phenomenon could not be elicited, even with reinforcement, but on 
the right side the knee jerk and Achilles jerk were exaggerated, ankle clonus 
was present and typical Babinski, Oppenheim and Go.rdon signs were in 
evidence. In testing the lower extremities for incoordination, the left was 
found normal, but the right limb was distinctly ataxic and presented var¬ 
ious degrees of muscle and joint sense disturbance. 

The entire right lower extremity showed marked hyperesthesia beginning 
at the groin; from the end of the right costal arch to the beginning of 
the right Poupart ligament there was complete anesthesia enveloping the 
entire right half of the body; the left lower extremity and left trunk were 
perfectly normal to touch. 

On the right side, a slight pin prick was instantly perceived as an 
intense pain in the entire lower extremity up to the inguinal fold, extending 
all round the limb. A strip of analgesia 2 1-2 to 3 inches in width, extend¬ 
ing half round the trunk, was superimposed upon this hyperalgesic- area. 

On the left side, there was complete analgesia on the anterior surface of 
the left lower extremity up to the inguinal fold. The external and pos¬ 
terior surfaces were only hypalgesic. 

The right side was s°nsitive to cold and heat. The entire left lower ex¬ 
tremity showed almost complete thermanesthesia, beginning at the highest 
part of Poupart’s ligament and extending almost circularly around the left 
half of the body. 

An examination made October 24th revealed practically no change in 
the findings, except that the left knee jerk, previously absent, had re¬ 
turned. . 

The case presented a motor paralysis of the right lower extremity and 
a sensory paralysis of the opposite limb. 

The right sided motor paralysis was principally an upper neurone palsy 
with spasticity, exaggerated reflexes, ankle clonus, Babinski, Oppenheim 
and Gordon signs; of sensory disturbance on this side there was loss of 
muscle sense and impairment of tactile sensation. 

The left side presented sensory paralysis of the pain and temperature 
senses, with preservation of the tactile and muscle sensations. 

A strip of analgesia on the right half of the trunk, including the area 
supplied by the ninth and tenth dorsal segments of the cord, indicated ap¬ 
proximately the situation of the lesion in the cord. According to our 
tables of localization, the ninth and part of the tenth dorsal segments are 
found between the seventh and eighth dorsal spines. It will be recalled 



126 


CHICAGO NEUROLOGICAL SOCIETY 


that the patient received a stab wound in the cord exactly in the before 
mentioned situation, which proves the case to be a traumatic Brown- 
Sequard paralysis with almost all the typical signs of that syndrome. 
The case is almost a laboratory experiment, proving the decussation in 
the cord of the sensory fibers for pain and temperature. 

A Case of Serous Meningitis .—This was presented by Dr. Henry 
Gradle with the tentative diagnosis. The history is that of a patient 
coming from a family that is fairly healthy, no serious sickness in child¬ 
hood, except repeated attacks of chorea. At the age of 15, in October, 1900, 
had a febrile attack, stupor, convulsions, retracted head, headache; stupor 
leaving gradually. He was sick from the middle of October until late 
in December, when all sight had disappeared. He was presumably treated 
with iodide of potassium, and, as he claims, without improvement. 

He came to Dr. Gradle in 1902, two years after his first attack. The 
general health was, on the whole, good. He was strong, could get about 
well, never sick except an occasional slight attack of tonsillitis, but had 
a numb feeling in the head, tension in the nerves, as he expressed it, 
“a something in the middle of the head,” but no pronounced mental in¬ 
volvement. He presented atrophy of both optic nerves—uncertain whether 
post-neuritic or not—and it looked more like pressure atrophy. Vision 
was better than 1-10 in each eye, the field was contracted to about half, 
and in each meridian concentrically contracted. Under iodide of po¬ 
tassium and strychnin in large doses he improved unquestionably. 
His vision was reduced to 20-60 in one and 20-80 in the other eye. 
The field has never contracted, but increased a trifle. The vision remained 
the same for about two years, and then began to fail a little,. He was 
given a thorough strychnin treatment subcutaneously, according to Gowers, 
with doubtful improvement. The question occurred whether there was sup¬ 
puration. At first examination he gave no history of a nasal disease, but 
on iodide of potassium in large quantities he got profuse nasal suppuration. 
There was no sinus disease, no headache, no indication for operation, and 
without operative interference one cannot locate the sphenoid in a 
fairly narrow nose. There was no trace of pus under douching, and 
there were periods when none could be found, but every time he used 
iodide freely he had free suppuration on both sides of the nose. 

The objective examination has never given any decided result. In 
August of the present year an attack occurred similar to the first one, 
but not so severe. He was disinclined to get up, staggering, dizzy, with 
pain in head and back, and had great irritability. There has been some 
little rise of temperature, 100^2, 9914 or a little over, but occasionally 
a normal condition. He has improved- pretty steadily since the latter 
part of August. 

Dr. Patrick asked if the pressure symptoms had changed. 

Dr Gradle said 1 that there had never been any neuritis visible; 
never any vascular change in the eye. The atrophy was more pronounced 
this year than previously, and while the vision sank a trifle early this year 
and even now was less than in the spring it was still about 1-10 in either 
eye. The nerves are paler than they were. He is not entirely over his 
attack; a day or two ago he had a temperature of about too; he is still de¬ 
pressed, but brighter mentallv than he was. He can enjoy talking and 
being read to and can walk fairly well. His condition is one of increased 
intracranial pressure, probably never totally absent in these past years and 
pronounced during the present attack, and accompanied by low fever. On 
the whole, it seems these -symptoms fit best into Quincke’s description of 
serous meningitis. Quite a number of cases have ended in recovery, 
and the anatomical diagnosis is not difficult. The largest portion of 
the material is probabh' furnished by the otologists who see frequently a 
condition which is the result of increased intracranial pressure, and some¬ 
times with pronounced symptoms like paresis, paralysis and sensory dis- 
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turbances, etc., and where there is no other lesion, recovery is the rule 
after the suppurating focus in the mastoid bone is removed. Where done 
in vivo, there is always a large escape of suppurative matter. There is 
sometimes evidence of epidural abscess and brain abscess which is compli¬ 
cated by a serous meningitis, but in the individual case the diagnosis is 
indefinite. It has varied between serous meningitis and brain tumor. Here 
the long interval of comparative immunity almost excludes the possibility 
of tumor. 

Dr. Sanger Brown asked whether it would not be well to make a lum¬ 
bar puncture in a suspicious case like that? 

Dr. Gradle replied that the symptoms were not so serious as to war¬ 
rant undertaking this step, which he was not sure was free from danger. 

Dr. Patrick said that it would be dangerous to do a lumbar puncture 
in such a case; particularly where there was increased intracranial pressure, 
for in all probability the medulla is pushed down further than it should come, 
and relieving the tension from below would allow it to be pushed still fur¬ 
ther down. He agreed with the caution of Cushing, that in such cases 
where justifiable to puncture to take off the pressure, an exceedingly small 
amount of fluid should be allowed to escape. To puncture and allow the 
free escape of fluid is decidedly dangerous. 

Dr. Hecht said that in Berlin they had discarded puncture entirely. It 
had fallen into disrepute in diagnosis work because of the lymphocytosis, 
as well as the albuminosis. He asked whether there was any history 
of acute infection, such as influenza or grippe? 

Dr. Gradle replied in the negative and said the attack was supposed to 
be typhoid, bnt the history spoke against it. The stupor came on quickly, 
almost suddenly. 

Dr. Grinker said that, through the kindness of Gr. Gradle, he had ex¬ 
amined this case very carefully and had tried to find some positive diagnosis. 
The diagnosis of serous meningitis is always made by exclusion. They had 
been unable to find in the history or examination anything which would indi¬ 
cate this to be an organic nervous lesion, such as multiple sclerosis or brain 
tumor. While in, Vienna he observed two cases in which such a diagnosis 
had been made, and actually saw in one case the acute attack, whereas here 
only a history of such attack is given. The attack was somewhat of a 
stupor with slight retraction of the head, headache and a very slight ele¬ 
vation of temperature, 99,5-100. In the absence of any other symptoms the 
diagnosis of serous meningitis was made; the patient made a complete re¬ 
covery in six or seven weeks. He did not watch the other case and con¬ 
sequently did not know whether there was a recurrence of the symptoms. 
Quincke divides these into the acute and the chronic, and those which are 
paroxysmal. There is a period of slight illness, the patient almost recovers, 
or entirely so, until a few months or years later a similar series of symptoms 
develops. He ascribes this to an accumulation of serum, which in the course 
of time is being absorbed, and with the absorption of the fluid the symptoms 
vanish; as the serum accumulates again there is a recurrence of the symp¬ 
toms, which may be so illy defined that one would not know what to call 
them, but all suggest meningitis. He fully agreed with Dr. Gradle that 
by exclusion this was a case of serous meningitis. 

Dr. Gradle said he had made a tuberculin test. There was no in¬ 
dication of tuberculosis. He had never examined the pus microscopically. 
The suppuration was intermittent. The iodide causes a free, watery dis¬ 
charge, but this may be changed to suppuration. 

Dr. D. O. Hecht read extracts from a paper on dementia prsecox. 

Dr. Patrick said t-at he would like to allude to two forms of what 
seemed to him, should be classified as dementia prsecox; first, the simple 
dementia prsecox, which he thought should properly be so called, and have 
included in it a dementia grafted upon an individual who has never been en¬ 
tirely normal mentally, 'that is, a somewhat behind-hanid individual; the high 
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grade imbecile, not quite 1.0 to normal in a mental way, who goes on m-ad- 
uallv developing and improving, acquiring greater intellectual capacity, but 
never developing up to the normal, until at sometime in his career he begins 
rapidlv to fail and show the ordinary symptoms of dementia praecox. Dr. 
Patrick had seen a few such cases and had not known any way to classify 
them, except to assume them as showing ordinary dementia praecox occur¬ 
ring in defective individuals. So far as he knew—and his knowledge of the 
literature was meagre—this particular kind had not been much written about. 
Still he thought it should be recognized and the cases differentiated from the 
various vagaries and outbreaks likely to occur in defective individuals. The 
simpler form! was oftener seen in private practice than in public. He thought 
practitioners saw such young people who were giving annoyance to their 
parents and friends, but were not bad enough to be sent to an asylum-, and 
that these cases were not so very rare. He had seen a good many, and had 
seen them also where the simple dementia occurred pretty well along in life. 

Dr. Sanger Brown said that he had been a long time trying to find out 
just what dementia praecox was, and when Dr. Hecht stated it was the 
purpose of his paper to inform them what it was, and then said that his paper 
was so long that he could not read (that part of!it, Dr. Brown was disappoint¬ 
ed: Dr. Hecht went on to the prognosis. From what he could gather from the 
literature and the discussions on the subject, he thought that Kraeplin, who 
set this discussion going, was a very enthusiastic student and carried away 
somewhat in his enthusiasm, and had been so intent on carrying out and 
following out this idea, which he had done cleverly, that he had led them a- 
stray. He dbes not elate to have discovered a new disease and never meant tto 
claim he had, but many of his readers and people who study his writings 
have some way been under the impression that he was making such claim. 
Dr. Brown said he did not believe that Kraepelin discovered dementia 
praecox any more than Marie discovered hereditary cerebellar ataxia. He 
took out some well known symptoms and gave them a name. Dr. Brown 
thought the discussion provoked had done good, but when this had been 
reviewed by practical alienists, men who spend their lives in close contact 
with the insane in various phases and follow the cases through, who in 
the wards of institutions of their own have had years of study and have 
been able to make their own conclusions and prognostications, Kraepelin’s 
dictum had not been endorsed. 

Dr. L. Harrison Mettler said we are all familiar with the enormous 
amount of discussion which dementia praecox, like paranoia, has provoked 
and with the different views that are ofttimes diametrically opposed. This 
very discussion of the subject indicates the weakness in much of our 
modern psychiatry, and Kraepelin has even more forcibly indicated the weak¬ 
ness in adopting a classification based largely upon the course and prognosis 
of the respective diseases. Dr. Mettler believed the method is an er¬ 
roneous one and in following it we are traveling along a wrong road. 
He did not deny the popularity of the method. It is in line with all the 
earlier and more primitive methods of studying disease, wherein the 
symptomatology alone is taken as the essence of the disease, and no 
attempt made to correlate the mere symptoms with a pathological basis 
as the only and true essence of the disease. It is the clinical method, 
popular because so obvious in its presentations but with all its instability 
and inadequacy when contrasted with the pathological method. In spite 
of the fact that clinically we started upon the diagnosis of a disease by 
a close observation of its symptoms, course and termination, the disease 
itself which we are diagnosing is not the symptomatology but the 
histopathological changes upon which that symptomatology depends. The 
distinction is not an important one and indicates the reason for the oppo¬ 
sition of Wernicke to Kraepelin. 

Leaning upon normal psychology and upon cerebral physiology and 
localization, Wernicke has attempted an explanation of psychiatry upon a 
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known cerebral basis. Physiological and pathological psychology are 
brought into line with our knowledge of brain functions. In spite of 
the fact that much is still unknown in regard to the cerebral functions, 
and in spite of the fact that we might not agree with Wernicke in some 
things, as for example his correlation of all psychic activity with the 
speech function, Dr. Mettler was convinced that his method is the only 
truly scientific one. It is the one in which our best efforts should be em¬ 
ployed in the attempt to solve the problems of psychiatry. We should 
study closely normal psychology and correlate the observations made with 
the physiological functions and changes of the brain. With this basis to 
work from, we should study abnormal psychology or insanity and correlate 
its observations with abnormal cerebral physiology or cerebral pathology. 
By the Kraepelin method, we are studying the psychoses rather from their 
end-products: by the Wernicke method we are studying them from 
their very essence. The wherefore of a certain set of psychic manifes¬ 
tations is clearly more important to know than the course and mode of 
termination of those manifestations. In the method which he has adopted, 
Kraepelin has accomplished much more perhaps than any of his prede¬ 
cessors. The instability of the method, however, will practically guarantee 
always an interminable discussion of whatever is founded upon it. In 
the physiopathological method; which Wernicke has adopted, though at 
the present moment the relative paucity of positive data is glaring enough, 
the method itself, based as it is upon a study of the essential nature of 
the disease itself, will gradually lead to a diminution instead of an aug¬ 
mentation of psychiatric discussion. 

Dr. Sidney Kuh said one point may be worthy of mention in discus¬ 
sion of the differential diagnosis of dementia prxcox from the circular 
forms of insanity—the depressed condition. He thought the depression in 
dementia praecox is decidedly different from that in the maniacal stage 
of circular psychosis. They are atypical cases. He should, in any case 
of mental depression occurring in a young individual in which the symp¬ 
toms were not typically those of the maniacal form 1 , feel that it was a case 
of dementia prxcox. As for Dr. Mettler’s suggestion as to a sounder 
basis for classification, we shall not be able to have what he asks at the 
present stage and for many years to come, probably. Unfortunately 
physiological psychology has not given us, and will not for a long time,, 
the necessary data which would enable us to build up a pathological, 
psychology on that basis. Any one who has worked at all along that line- 
must realize what an incredible amount of experiments will have to be 
made and how tremendous the difficulties are in the way of getting sound: 
facts, and we certainly will never see the time when it can form the- 
basis of classification, and Dr. Kuh doubted whether the next generation- 
would see it. 

Dr. Moyer said when he began to practice in an insane asylum,, the- 
classification was at first based upon the causation. Then we drifted, 
into the special forms, where we had a name for every aberration—pyro- 
mania, kleptomania, and a new name was devised for every particular- 
bent of an individual patient. Then came along the volcanic eruption of 
Spitzka on one hand and Gray on the other at that time, in fitting the 
idea to the monomanias and classifying them under paranoia. Later 
we added to that the hebephrenia, and now we are asked to group the 
hebephrenias and catatonias and all forms of early dementia into one 
grand group of dementia prxcox. Therefore the tendency has been to first 
narrow the classification, then to broaden it, again to broaden and again 
to narrow it; two broadenings and two narrowings in an experience of 
about 25 years. How in this dementia prxcox to include the paranoias 
and the catatonias and hebephrenias is a mistake. They are well marked 
and valuable clinical- entities, and they are useful in classification. The 
dementia simplex is a good thing, the one really sound addition that the- 
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whole discussion adds to the value of our present classification. It is 
not new. It was recognized, but not clearly as now, because in those days 
we had very vague ideas about the acute primary dementia; but the 
present term is a good one and clearly demarked and it will stand. The 
great service it brings is the emphasis it lays on the element of dementia 
in manv of these cases which we did not formerly appreciate as we do now; 
but to group them all under one head seems to be taking a step backward. 

Dr. Hecht, in answer to Dr. Sanger Brown, assured him of his per¬ 
sonal regret that the reading of the paper was fragmentary and desultory; 
but he assured him also that the points he sought to bring out with 
reference to Kraepelin and his doctrine are well cared for in the text 
that was omitted. As for the definition of dementia praecox, its scope and 
what Kraepelin himself was personally willing to vouch for are also 
mentioned. As Dr. Moyer has just set forth, when the bizarre has all 
been excluded, the overwhelming entity of dementia has been set forth 
with considerable emphasis. Dr. Kuh’s point as to the differential diagnosis 
between dementia praecox and circular insanity was well taken, and per¬ 
haps Dr. Hecht had slighted in some degree the question of differential 
diagnosis, but he had to curtail a little. He had only sought to give a 
treatise that will cover the debatable or controversial ground, the ques¬ 
tions that have arisen in the last few years on the subject, and correlating 
the known facts and presenting them as he was not able to find them in 
any of the American literature. 



